Individuals differ consistently in the magnitude of their inflammatory responses to acute stressors, with females often showing larger responses than males. While the clinical significance of these individual differences remains unclear, it may be that greater inflammatory responses relate to increased systemic inflammation and thereby risk for chronic inflammatory disease. Here, we examined whether acute stressor-evoked interleukin (IL)-6 responses associate with resting levels of C-reactive protein (CRP), a marker of systemic inflammation, and whether this association differs by sex. Subjects were 57 healthy midlife adults (30-51 years; 33% female; 68% white). Blood was drawn before and 30-min after two mental stress tasks: a multisource interference task and a Stroop color word task. Hierarchical regressions controlling for age, sex, race, and BMI tested whether stressor-evoked IL-6 responses were associated with resting CRP and whether this association differed by sex. Results indicated that sex and stressorevoked IL-6 responses interacted to predict CRP (DR 2 = 0.08, B = À1.33, b = À0.39, p = 0.02). In males, larger stressor-evoked IL-6 responses associated with higher CRP, whereas in females, stressor-evoked IL-6 responses showed a non-significant negative association with CRP. These findings indicate that inflammatory responses to acute stressors associate with resting levels of CRP; however, this association differs by sex. Previous literature suggests that there are sex differences in stressor-evoked IL-6 responses, but this is the first study to show sex differences in the relationship between acute inflammatory responses and systemic inflammation. The contribution of these sex differences to inflammatory disease risk warrants further investigation.
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Introduction
Cardiovascular disease (CVD) is the leading cause of death in the US and other developed nations (Mozaffarian et al., 2015) . Inflammation plays a key role in CVD pathophysiology. Long before the onset of clinical symptoms, chronic inflammatory processes occur in arterial walls, resulting in the development of atherosclerosis (Libby et al., 2002; Ross, 1999) . These processes include the recruitment and activation of immune cells that release proinflammatory cytokines, such as interleukin (IL)-6, which coordinate both local and systemic inflammatory responses. Systemically, proinflammatory cytokines enter the bloodstream and stimulate the production of acute phase proteins, such as C-reactive protein (CRP) (Steptoe and Brydon, 2005) . Levels of these proteins can be reliably detected in peripheral circulation and are thought to reflect systemic levels of inflammation. Higher basal levels of inflammatory markers in peripheral circulation, such as IL-6 and CRP, predict increased risk for CVD (Danesh et al., 2008 (Danesh et al., , 2000 Kaptoge et al., 2010) . Despite this relationship, the physiological mechanisms underlying systemic elevations in circulating inflammatory markers are not entirely clear.
Although numerous factors contribute to systemic levels of inflammation, recent attention has focused on the possibility that psychological stress plays a role. In this regard, levels of circulating inflammatory markers increase after exposure to acute psychological stress (Rohleder, 2014; Steptoe et al., 2007) . Laboratory studies show that individuals differ consistently in the magnitude of their immune responses to acute stress, with some individuals showing large responses across occasions of testing and others little or no response (Black, 2003; Cohen et al., 2000; Marsland et al., 2002 Marsland et al., , 1995 . Stressor-evoked inflammatory responses are related to a number of psychosocial and biological factors, including state negative affect (Carroll et al., 2011) , socioeconomic status (Brydon et al., 2004; Derry et al., 2013) and adiposity (Brydon et al., 
